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Tab 1 Electrolyte in urine and plasma with Ald,A I /ANP correlation
P.Na* P.K* P.Ci~ U.Na* U.K* U.Cl~
Ald r 0. 368 0. 287 0. 382 —0. 664 —0. 345 —0.588
P 0. 065 0. 259 0. 058 <0.01 0. 081 <0.001
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P 0.013 0. 454 0.032 0.017 <0. 05 0. 01
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Tab 2 Hypernatraemia in severely postburn patients

Systemic inhalation

n TBSA% Shock | R L. P.Na* P.Cl~ Ald A1 /ANP Renal function Result
infection injury
mild renal
1 40 - + HEES 156 117 693 2.25 cure
damage
lectn
ceame - - 169 116.5 1460 4.29 ARF dead
injury
od
3 9 + + - 170.2 120.7 498 2.56 MOCETAte T ure
renal damage
4 90 + + + 150 117 868 6.53 ARF dead
5 90 + + + 192. 6 148.6 1368 4. 37 ARF dead
6 90 + + + 185.9 149.5 1373 3.79 ARF dead
NC 135~150 105~110 1933116 0.5310.078
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The pathogenesis of postburn hypernatremia

Liu Degui, Yang Zongcheng, Li Ao (Burn Research Institute, Southwest Hospital, Third Military

Medical College, Chongqing, 630038)

Abstract

Electrolyte imbslance, the changes of serum aldosterone and the ratio of an-

giotensin I /arterial natriuretic peptide were studied prospectiely in 59 cases of severe burns.

Meanwhile, certain parameters of renal functions were detarmined. Hypernatremia devaloped in

6 cases. On the basis of our findings, it is believed that postburn hypernatremia might result

from renal dysfunction and the greatly increased mediators, which can enhance the retention of

sodium, might also play an important role in the development of postburn hypernatremia.

Key words hypernatremia; burn; kidney funotion tests; aldosterone; natriuretic pep-
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